In 42 children suffering from severe perinatal asphyxia we attempted to find early prognostic signs of severe hypoxicischemic brain injury with MRI. We performed 14 early (first week), 24 intermediate (second to fourth week) and 55 late MRI (after one month) procedures on a 2.35 MR-system. Severe cerebral necrosis could be suspected by T2 hyperintensity of the white matter, with blurred limits to the cortex in early MRI, and was confirmed by T1 hyperintensity of the cortex in intermediate MRI.
In 42 children suffering from severe perinatal asphyxia we attempted to find early prognostic signs of severe hypoxicischemic brain injury with MRI. We performed 14 early (first week), 24 intermediate (second to fourth week) and 55 late MRI (after one month) procedures on a 2.35 MR-system. Severe cerebral necrosis could be suspected by T2 hyperintensity of the white matter, with blurred limits to the cortex in early MRI, and was confirmed by T1 hyperintensity of the cortex in intermediate MRI.
Severe cerebral necrosis was established at 3 months. 9 of 10 children with this pattern showed severe cerebral palsy on follow-up. 24 children had normal late MRI or findings of uncertain pathological value. 9 children had a normal late MRI. In 8 children we could detect irregular myelination (patchy hyperintpnsities), which in some cases proved to be transient. In 5 children liquorspaces were enlarged, suggesting minimal atrophy.In two children late MRI were refused. O f these 24 children none develo ed severe cerebral palsy or marked mental retardation. Two chifdren showed focal ischemic lesions, six had intracranial hemorrhages. The children did not differ in the severity of their perinatal history and findings, suggesting that MRI in the first 3 mo~ltlis is of significant prognostic value. Adverse experiences during and aftcr pregnancy, together with informt~on given by doctors, may lead mothers to jpcrccive thcir prcmature babics as "difficult". 32 mothers wcrc told that their lnfants wcre likely to develop cerebral palsy (CP), and lialf wcre randomly assigned to physiotherapy before dcveloplng motor abnormalities. hMLllers of 41 matcllcd infants without br,a~n abnormality wcre told that thcir children's outccinc was likcly to be normal. At 6 weeks post-term a mother's feelings about her pregnancy and perinatal period were assessed. A standard Malaise Inventory and Bates's Infant Tcmpcrament Questionnaire were also complctcd.
0 nlothers fran each group regarded thcir bablcs as "difflcult". This was not associaled with obstetric ccmp11c;ltions. the birth, postnatal events or the infant's prognosis but was associated with the mother's current mental llealth (pC0.05). Early introduction of physiotherapy for infants at high risk of CP was associated with the infant belng percelvcd to bc cnsier than avcragc (8/16 v 1/16, p=0.008).
A mother's pcrccption of her child was adver'sely aifcctcd by depression but in~proved by the early lnvolvemcnt of .I :;upportivc professionil. 
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ATRIAL NATRIURETIC PEPTIDE (ANP) IN PRETERM INFANTS WITH RESPIRATORY DISTRESS SYNDROME(RDS) TREATLD WITH SURFACTANT.
62 Weir FJ, Littleton P, Carter N, Hamilton PA.
Department of Child Health, St. George's Hospital Medical School, Cranmer Terrace, London SW17 ONE. Dramatic but transiemlt in~provements in oxygenation may be seen after surfactant thcrapy. An increase in patent ductus arteriosus (PDA) may be a complication of this treatment. To see if surfactant (curosu~-f,CSHF) increases left to right PDA shunting, plasma ANP levels were Laken before and within 1 houv of CSRI.'. 12 infants, birthweights 0.27-3.10kg, gestational age 25-36 weeks, received 1-5 doses of CSRF each at 12 hour intervals. The median ANP level rose progressively for doses 1,2 and 3 bcing 492, 955 and 2161pyln~l respectively. In infants without a PDA, the ANP did noL change significantly with CSRF (median before 605, 825p~/ ml after). But in those with a PDA, ANP rosc sienificantly (median beforc 1672, 2716pg/ml aftcr)(p<O.Ol, Wilcoxon ranked sun: test). The proyrcssively rising ANP levels during treatment to Llic range previously reported for infants with a PDA(1) suggesL increasing left atrial distension which may be the result of lcrt to right shunting through a PDA. The rise in ANP levels after CSRF may be the result of increased PDA shunting due to a fall in pulmonary artcry pressure. CSRF treatment appears to have signiricant effects on tlaemodynarnics in preterm infants.
( CtiLdecreased in the intervention group from 4.3k0.4 at 7 mo to 3.9t0.5 mmolll at 13 mo (P<0.05), but remained unchanged in the controls (4.220.6 at 7 mo, 4.1+0.6at 13 mo). Serum HDL CHL was stable in both groups. Apolipoprotein B decreased in the intervention group from 0,71kO,2 at 7 rno to 0,60&0,1 at 13 mo(n.s.). All children grew well. We conclude that a minor modification of dietary fat composition decreases cholesterolemia in infants without obvious side effects. Adhesion of leukocytes to the microvascular endothelium is a common feature in disorders such as ischemia-reperfusion injury and complications of bone marrow transplantation. Using intravital fluorescence microscopy in a skinfold chamber model in hamsters, we found that injection of human LDLox initiated leukocyte adhesion to microvascular endothelium while native LDL did not (p<0.01). After a fish oil dirt, arachidonic acid (AA) was largely replaced by eicosapentaenoic acid (EPA) in leukocytes, and the adhesion effect of LDLux was inhibited (pC0.01). Leukotriene (LT) B4, the lipoxygenase product of AA, is a potent chemotactic mediator, whereas LTB5, the EPA product, is weakly chemotactic. We suggest that LDLox initiate adhesion of leukocytes to microvascular endothelium by promoting LTB4 synthesis and that fish oil diet inhibits this LDLux effect.
